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Abstract: multiple sclerosis (MS) is an autoimmune disease, which mediated by T cells and characterized by
central nervous demyelinating and neuronal lesions. However, the pathogenesis mechanism of MS is still unclear,
and this disease cannot be completely cured at present. Only drugs can be used to alleviate the pathological process.
Therefore, it is particularly crucial to find an effective way for the treatment of MS. It has been found that Th17
cells are closely related to the occurrence and development of MS, and the differentiation of Th17 cells is regulated
by various factors, such as miRNA and metabolic program regulation. In this paper, we reviewed the latest research
progresses of Th17 cells and MS, focusing on the differentiation regulation of Th17 cells and some new strategies
for MS treatment.
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R AT AR B . MS B EEALE 5 H B . i
BERH . T bk Gt B F0 5 R4 BRI JORE . IR AT
Ve AR O M, JEH R4 B T 488 17 (T helper
17, Th17), W Id A 2 PR P 4 55 L Ath e 5 40
R CNS 78 LA S W0 /N B2 Joi 4 B A 4 B9 71 SR 3k
5L 20 SR AU I 5 % (blood brain barrier, BBB)Y,
Th17 48 i 2 1 4 K R 3 — Pogh BL4H B M T 28
R, A ESr W A A Z -17 (interleukin-17, IL-
17), Rtz 4b, R85y W IL-6. TNF-o, IL-21 il
IL-22 Z5fie 3t MS B [ CNS 5 A 28 A 4 243
75 7. i FALSEREI SR BR Y, Sk B G
Jibi 6 6 4 (experimental autoimmune encephalomyelitis,
EAE) /N BB AL 2 BRAR ) MS AL, HA L4
P2 AL BLRFAE 78 55 MS AR AR, 53 H T MS
(¥ R I A F 7T 1

H AT MS BRI7 7EA IR, HAFE—EREIE
FA O sk, DL Th17 4EMAZERE T, $R 50 MS
TRITRT RS I AR SRR U A2 A
Wy SRR — L83 O BT A B T AL S AN
BAWRIT B S R R BRI ), Xk
YIRVEF ', A& B RO (50 fERILEL, AT
FIF MS 25595 (036 97 """, microRNA (miRNA)
S50, W, R, BTS2 Mg, B
Jo—BEIERE AN H B S B MR I R A . — 2% miRNA
43 I I B M AT R AH S HIAZ B2 4K vt (retinoic acid-
associated solitary nucleus receptor y t, RORyt) 4515 5
I8 % 7F Th17 20 f 5 1k LA K Th17/Treg ~F- fi H 4 76
B A", ATER MS BORE AT 7 7 BT
R AL, AR IEIES T AR, 2k
AN Th g DA ¢ 1P T e MS SR 4L KT
MR ITRE A DRI, RSO Th17 40 24k 1 i 4%
KI5 MS Z 18] ()55 5 MO S Fe ik e AT 4518
PAHIY MS 1A 20697 SR SR 0 Bk .

1 Thl174RFERYE M Z45 14

Th17 4 i 2 — Fp o 24 (0 S B 1 T 4l e,
2003 SRR I . AN T 3 55 A4 B8 RN B T e A
RSB, 7EURS TP B e B T TH R
A EEER P /b A Th17 40 32 225
IL-17A. IL-17F. IL-22 %543 B R4 L R 7, iX ik
A FEHTRISRAME. B, MeEgni
A B FE At 98 P S A, AT 02 2 T 28 M DR 7 1R 3
T BUMZEPIIK I 230 TP AN R R .
oL 2 f 2 BRI P R B 1 S S B B

IL-17 5548454 f5, nldid MAPK i#& 14 A1 NF-xB
BRI AEYEMER Y. MS B2 b Thl7 41/
FE 4] J% if 3 IL-17. IL-22 J% IL-23 7K 7 7t & B2,
FE7~ Th17 20 B AR O 40 B ERL 12 13F 17 98 0 & A Al
HEMG. HAEIRERY, @i W Th17 4 i)
A BB, F ) B AT Th7 20 B 2 W ) 4 i 1A
TR R R R B, s R R, T
T Th17/Treg 4N 15 2, 42 Al ilid L E i1k
42 Th17 A AE B35 R N B E00 808

2 Th1748ER9 53 1L IEEHLE

2.1 ‘AP FAE R EFRYIBE

Z IR A s R A RO T N 2%, S5
Th17 4 Hu 70 46 1 IE ) 8 A ) 5 . EAR AR S 58
Th17 40 AT 4G CD4A™ T 41 i ik 4 Fh A [ 1) i
wriEFrEE. —MeE A KK F - (transforming
growth factor-B, TGF-B) 5 IL-6 1E FH 7= A= 9F 809w 7
Th17 40f0, 5—F2H IL-1B. 1IL-6. IL-23 5 TGF-B
ir 8 1 F 7 £ B0 1 Thi7 480 7. 1L-6 & Th17
AU A TT SR A R 7, 5 TGF-B (173 [
{E FH A2 {2 33k Th17 40 B 43 4SS B R 3% Y0 1L-23
s R R D Re I H E AN R, Re{E it Th17 46
JosGIE A 4E R A AR €, B A2 Thl7 48 5
/-, STAT3 & IL-23 EEAE 55 50T, 1L-23
A] LU ik Ay 5 STAT3 f B R A ok A2 450 L s, ik
MRk IL-17 430 B, McGeachy 45 2 B 55 4R34 ,
IL-23R (IL-23 5244 ) ik B /N B4 P 1) Th7 28 i 25
IR, FExT EAE [R5 B R AT RE
RORyt J& Th17 4 g 73 A 1 — A B 22 1) % s [
REFRER T FF 4 TL-17 S5 5 B g A1~ 1K) il B
T Z -y (interferon-y, IFN-y) =] PLiE i #4141 TGF-B
TS 5% 5 T Smad3 B FR Ak 177 FH BT Smad3 X
TGF-B Z A RIMEM B, 4iiuR 715 5 5 Sk E A
3 (cytokine signaling inhibitory protein 3, SOCS3) |
Xf IL-23 /31 STAT3 BERR ke 5 Sl 15, it
i3 #0 #1) Th17 48 i (6 4344 B2 IL-2 J& Th17 40 g 11
AR R 5, HAE LSS5 5 B 1 STATS (14
FAHORHEK : IL-2 5 IL-2R A1 45& J5 B0 STATS, i
STATS 5 4 Sk HE £ 1 3 (Foxp3) i 3 7 EL#%E 45 &
#58 Foxp3 fuZik B,

PLZx 5 Th17 20 M55 AR 2 4 A DR i 3 22
s D ONBE A, T MS S B A 0T
922 B T A it D) T ) v AR ERL T A )
FAL, MR JFE AR ) G5 By, 1T BBB (1)
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FHEME, S5 Th1770 AT 2 R APEREAE K 6 77 T s 789

A, DL RS e R 8 R 5T 20 L D A R W A
Sweeney % WA 7T R B, IFN-y At B0E A 541 i
(dendritic cell, DC), #lifil 1L-23 fA4E K, ek 1IL-27
4. BAE BRI RN, 43d IFN-y 697 1)
AN IL-27 RIE KT E, AR A R 50 A
Bl ff22 R G0 IL-17 IR IE BRAK, I IR R AE 8 5.
IL-27 SZARGR R /N B A0, TFN-y XF Th17 i
ORI RS el I S | DR O i A N S o 1
I %k -5 (MDL-5). MDL-16 f1 MDL-101 7]
T EE ] IL-17 (503, W2k EAE BOmdtfz B, A
FE 5 T4 ifl (mesenchymal stem cells, MSCs) ] /I
I A P A AS R] £ 4 928 40 B ST 7 1) 3 R R 14 4
RAESRK AT I AN G 8 R BT AR b szt R B,
MSCs X} Th17 20 i 38 48 1 434k 0 G 9% $0 1) 7 FH 358
SHHRET IL-17RA ( 40 3R -17 524K A) 1I5RIE;
BE— 1 EAE /N R B 5T B, 7349 MSCs fg i
BRI G R VE 23, T 4 IL-17RA/ MSCs (1)
ANERIR R R EE 2 P, Rk, Thi17 gA L) 5
I R A BB A R e B R T A% A
2.2 miRNARYIEE

miRNA 1 % 5% i 7K - 8 42 5 ] ) 4% 1) o 4
K&, Z59BEEMH, FHEMS MRKESER
JRrh B EEEA P BN R O IR
BEHEARRGEES 538, 45 2 22 Ff miRNA 7£ MS
BEANEE FE, 16 B FiE Y, 2017 4, Li
2 21 4F MS F1 EAE 52 4 955 HELAF 50 o & 8L Th17 41
Ji 2 BT B Th17 40 M0 28 i fisg 5f B 4 47 Je, DA%
AT IR A MS AR B Ry AR AT TR
B, 1R £ miRNA 45 Th17 40 1 5> 4. 7£ MS F1
EAE #i%/r1, miR-30a. miR-26a. miR-15b. miR-132
Al miR-146a 55 7£ Th17 7340 7% v o 445
1 miR-384, miR-590. miR-326, miR-30la, miR-21
Al miR-155 2 U2 11 8 42 78 B Y. miRNA 3 22
2 Th17 20 i 43 A6 ik 72 b i 40 g 57 DL &% RORy Al
STAT3 %55 5 id i, A E/EHN MS BIm B G IT 1)
TETERE A

miR-384. miR-409-3p 1 miR-1896 il i #[ [
SOCS3/STAT3 j& 124/ 13k I I 14 B2 T M Joit 48 A 2% 1
7B 724, H9E CD4™ T 40 1A Th17 408 & [\ 4>
b, MM FEL Th17/Treg Lhfp) s, {2ik EAE /MR
P B 1) R A Y, B SR I, MIS FE AR i
AN B A A miR-590 5 miR-326 (1) 3Rk B
Fh, B5mEMEAEE ZRIEA. BB HA
gE R, e A4 08 i BE ) 0 Tobl 5 Ets-1

(Th17 48 B 73 A AH G () PR Fr 4 ] ] 5 ) 38 58 MS
U Th17 4554k, fNE CNS %85, miR-326 5
miR-326 Ft [K S [ /N 5K P Th7 40 i $o /b,
1M R 25 3k ek ] 3 87 AR K= (1 Th7 20 f A s B
™ (1) EAE JEAR "7 H 4, miR-155 38 i 40 ]
Ets-1 JF{2 3k Th17 48 ff 73 4k 3k #2 b ) TL-23/IL-23R
5| E S ROE Y. miR-155-3p A miR-
155-5p /& miR-155 1 2= 3 K 72 A2 (AN 8 miRNA.
miR-155-3p A 38 i #1115 Fh HAR v 2 40 5 ]
Dnaja2 f1 Dnajbl, fi£it Th17 40153401 5 £ G
PR EERS  miR-223 3 i (B SOIR 40 AL 1 3% 1k
SR INaE Th17 400 A6 6 1029 P miR-301a 8 it
IL-6/23 5 STAT3 i i #E [1] PIAS3 mRNA, i £
% Th17 WREHIEE P

miR-26a. miR-146a M| #ji4] IL-6 5 IL-21 f#) 4
Who VUER EAE /N B P 11X 5 A miRNA 1] 5 8
Th17 AR 1 RIEIK - T, EAE WifE N ;
i 3ot 2k ) ) 2> 3k Th17 488404k, ff EAE ji s
. ML N, Treg 40 ks P 5% K1 Foxp3
Wi & B EH miR-26a & £ 1E A 5 B¥, MS B #%
CD4" T 41 ifu A1 EAE £ 7 Fh #5095 Th17 40 ju 7 miR-
30a %A T, 1M miR-30a i ik Al @ i #) IL-21
ZAARFN IRF4 mRNA #IE07% Th17 0504k, FEAK
EAE (137" &2 ", miR-15b @i NF-kB (c-Rel I
p65) AN H RORyt ik B,

— 48 miRNA JEITH#] T 408 5 LA (5 5l
P 1] B 5 A A 5 0 % 1 R BRI T
oo T MM s 2 aria, {f Thl17 40 sk 281k,
MR H A T 1 SRE R RN X EEHEE 1) miIRNA G
% Y817 Th17/Treg 4L IF“F- 1T, A KN MS %
WIS B8R S PSR TT I 70 F bR R
1% 22 miRNAs 7£ Th17 344 A1 MS 5 AL o %
FEEEIEN, (HHBAYIHEAE frdtE— BT,
2.3 RFEFEREE

KEMFRER, RE@RENEES T 400107
s 3 AR G 32 Th g 2 DI AR 26 U SSO daE T
MABOE . WG, 0 EURE E TR LA 15 3
NI AR A S S, T A Bl A0 S R Al AR 2
KA EHmAE. Hb, Th17 4080 0216 i T
I fift 3 A2 AN A AR SRS A 42, W B iR &
i BT R 4 2 Bk % (glutamine, Gln) AL ", Young
2 DV Rk g R B, ek g 00 s g 7 R A P M Sk
J ) —Fh B —— LIk CoA 1L 1 (acetyl-CoA
carboxylase 1, ACC1) KFHIG AR MR & e, REA 2L
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i Th17 400 9 73 AL I (2 it Treg 4HIAOE R M
MM k42 /N B EAE B R o 10 4 22 I i 23 e AR
Th17 4038 54 43 4h 1 32 B R g v i 42 B, HqE
Th17 48 b i EZAE 25Dk Z i 2kTE. 2018
TEAT 2019 SFEHIAIT TR B, A3 U0 i AR i A 1 #E
[ 401 551 T A2 — AP B 76 Th17 40 i A 5 A S Pk
PR MS 145 %254 ', BPTES (bis-2-(5-pheny-
lacetamido-1,2,4-thiadiazol-2-yl) ethyl sulfide 3) /&2 —
AW R B4 VB 1 (glutaminase 1, GLST) #
7, FHE AT — B2 B KRR AR R R 22 R
#il. 1 BPTES fi72E4 CB-839 FRHLH T4 7 (IHiK
fRZIVIRE T, FEAE—28 GLST [ B4 77 e o)
BENIGRTFFBY . V-9302 J2& 55— N K B RE S BE
Wr Gln %12 (R 50K/ 73 T4 5], T DL i 42 )
Na™ i 1 o 11 5 ik 12 % 32 37K 2 (Na” dependent
neutral amino acid transporter 2, ASCT2) fi¢ i#E 55 4L N
BTG AN B AT T B 3 e ) 55 0 I N )
Gln W5 &8 M MS V8T IR R B8 | AR, A H
N MS HRTT A 2 A BT SIS R

T 20 B0 J5 5 5 7 2B B35 1 U (reactive
oxygen species, ROS) JyURE] T 4H g B4 5l 734k Bl 6 7
T /K 79 ROS {233E Th17 AL 9401k "> 2k
HIK (glutathione, GSH) 1y 44 P B 21 Bt & A 77 F
H HHEIERR A, fe A K ROS /K. fdlr i it
FRIN, GSH M kB BE& 2 2 i o0 A i g
rRe s AR FERES SR T M5,
GSH Mk & RO FE R B il (B &R - ~F It RIS
Wiy GCL 545 bt H Ik & il GS) #4532 Rl R )
GSH /K- F#AIK, ROS /K-F-Thi, Thl7 4HE 1=
A%, EAE /NEBAYREERRHIE IR . 56 B & 24
B E B )R (FDA) fib#EH 11697 MS I 254)'E IR
— Wi (DMF) s2& & ] 2 1R 1) 45 4 SR U, 5 HAR
FAMLAHI M AR 52 4518 B . Lian 25 7 (4K S 0F 72 45 SR
#* W], DMF J@id 52 =anil N ROS 7K kAiii] Th17
ft15>1k . Diebold 25 Y #f 7t K& B, DMF 97 12 4
HJG, RRMS 35 R UE 1 T bk B2t S0 3 A4 &1 386 5
Z RN EG], IF HARS DMF LB 55 T NF-xB
(p65) M A M A% 1) 2y fr . IXEEH Fi 25 KB, DMF
X T 20 1 184 5 R A R T8 I B PR 155 R A TRz 1Y

R o
3 MSHRTTHR

FLAT, i PR X T MS 8367 B R 3259
ZALHER) MS YRTT NIE B AT AR, AL E

K hpal ™, MS B 5@ i R . 250
B 250 G 2 a7 ( E B AR TIRER B MR
P IMhERBAPT. BT AT ) SR BE TR
7o RSS2 RE 08 Dk 2 2% 1 I B I B AT G % 4l
IR, (HRs, Rttt z, KEEHAAR
SN LS (A ey O AR I PR S ) 5 sl
HIFRIIE RT3, AR RBAREAD, HEXHL
RGN Re Bz AHIER, A 2 2
Bit. Bk, FFRAMMGH 2300 T MS Bk
VMO B, H AT, w2 R A T S5 2 A
SEPRIF BT IT EL R AE PR X 4 A0 1 6 52 v 100,
Th17 4 A B AH 5 1 B8 [ 300 41 770 8. 0T 66 B v B
TR A IMEBR 0 MS A 2524 1
31 HENARTAY

G 2 ¥6 97 R LT RO 2 AR e % s BT
MS I R¥E 97 . NTG-A-009 (6- 5 FEmL i -3- ) &
FEM R AT A, BB BRI &
FRANGTLE I 9 i& 1 o BT R B, 7E EAE /N R AL
NTG-A-009 3@ 4% Thl 4HEF1 Th17 40E+ JAK1
FTAK2 J H R i 19 STAT1 FI STAT4 () B 2 4.,
R MH| Thl F1 Th17 4085346, X Treg 4HAEE
AR, Kk, Acharya 25 0, NTG-A-009 AJ £
24 Thl 1 Th17 45 10 208 AT E G55 PR 550 18T
BV AE IR IT 250, 4- & Ik WE (4-aminopyridine,
4-AP) & — M/ AR S B TG B R, B AT
EFE N MS (R T 23R TR . il 25 T
S 5 A, EL 751 DU S S 4k T 200 PP T e T e
¥ EAE. 4-AP 7£ MS W& IR D&, HIL
16 MS TEHER B S e et R v, R
AT SEVRAN I e A Y 1,25- RS R
D3 (1,25(0H),D,) fE N4E4 5 D AT, ST
RILBAHH| EAE [ 77, o i #0228 40 i
7~ (IFN-y. GM-CSF F1 IL-17A) U 5t %8 40 i
A7 (IL-4 A1 IL-10) [F)5R3%, SRFEAK CNS 1) 85 A1
I BE S VE 4. b4k, 1,25(0H),D, 8 I A 20 Hh 12 5
T CNS IR 28 h A 2 T 40 /b 5 i o 40 i
ATV LA B /b S i R A B R B i, EVR T H B
P2 3507 R R R R 1 B TR A AR
3.2 PHIETh174RAE 5 LB A

MS I RASRES T 400t IL & Thl7 410
YA, [k, BEWT Th17 28 M 1) 45 4k 5818 58 fig
BB iE MS.  Fr 1% (Pien Tze Huang, PZH) /& —
OB A . 8. mefe. =-BRNERh AR T, A
PR RERITRMERSIER, EIRK T2



£y

FHEME, S5 Th1770 AT 2 R APEREAE K 6 77 T s 791

I T SR g M 3R IT Y 5 H U™ I ACE
IR EAE /NRAHEL, PZH Y7 /) B H A2 fak
FEIGPRAEIR . $dE W, PZH 7] LAIHIE 4 40 i A
T %9k, W IL-17A. IL-1B. IL-6 A1 TNF-o 2%,
M T B4 EAE /)N BB U AT CNS A Thl £ Th17 4
LA T 4 b, S5 25 0 2% RE 40 IR i R B A 45
X % B PZH X} EAE /N B BRI 1E . it 2ok
(betaine) & H 2B I LT AN, H A HEAE A
SEAE RIS A A (K ). Yang 2
W FCARIE, SR e i 40 i DC Sk Y 1) IL-6. IL-
23, TGF-y %5 1= Ak 52100 Thl7 (5046, AT ek
H MS, $RNESEIR AT AE TR T MS B — R TE
BB H 2% . ~j 2451 (paeoniflorin, PF) J& —fj i
R A, BEhk. AT REEZFIER.
76 Th17 Mdb 208 F, 4% CD4' T 41l 55 PF AL B 1)
DC L85 3% )5 & B, Th17 408010 & o tb. Bk {1k
STAT3 18 & LM% IL-17 1 mRNA /KPR, 1k
WIS 45 B B, EAE /N4 PF bR )E, i
BEWSRER B 2 0k, Th17 40075 CNS FIRE AT & (1)
Hom 2 2% N . PF Ol # ] IKK/NF-xB #3005 Fl
INK IR RN, dE i #i i e DC 43 b 1) ) 38 oy
- (CD80 FI CD40) ()32 FI{iE %% 41 i K -7 (IL-6 Fl
IL-12) {724, B & 520 Thl7 40 otk 1% HF
FUIE B 7 PF X Th17 44l fE A, 4= PF
A A BERCNIRTT MS [k 254 U,
3.3 {REFAMATHZAY

i FETE A T 4 M A 24 2 3 A A R G K
AT, TR GI4E MR, HIHAE, k22
5. M TR R MS/EAE BB R B K K2
— U2 LR RN B T, 3 SOE 4T
TSR, #RAI6E S5 MS 78 2tk #1155 &k 8 g,
P S ERE T ERIE. Perp & p53 HITHT M 4L
M. Zhou % PVHESL R I, T M) Perp B2 m]
REH) Th17 40 M A9 T2, AN EAE (% J& .
1T MS 85 N 98 A 14 40 At B Vs Ak R0 98 PR IR
SHECCNS BefEss T, Wik, 3SR R OE g
FAT- AT REH BT MS FVGTT . 7 PH4hVE (gemcitabine,
GEM) L) 7. 28 71 751) £ 44 3t 14 1)y =X B #4128 S T
SR BE S . SEALAIE ST YT B
FAIC Thl AT Th17 20 Mo 240 e =, ik MS /N B
R EAE FIR . S0% M CD4'T 41 7T fg /& GEM
1BIT MS KA RS, ZAYRAES T ARiET:
T AN 52 Wi L R 28 R ), 3% 1 (astragaloside
IV, ASI) 72 N Zj s i 4y A B 2 8, Ak

EFE ASI A2 WA RN, SR, P
TEREB PUAAE Gl A5 4% U AST AT LAA 2kt
B EAE ) 3E & IF M) H 2, AL HI AT B 2 1
it 414 NF-xB F1 JAK/STAT {5 5 3 #%, 33 11 490 1)
Th1 I Th17 4 ) LA, 58 0 B A vh X 8 2
45 Treg 40 MU 1 LL 5. DL 4b, 38 AT RE I R
STAT3/Bcl-2/Bax {5 5l #, 55 MOG Hl# (¥ CD4" T
YT U,
3.4 RiGHHEXERHNGIFETTMS

AR Ho 5 27 S FL 55093 1) 9% F o 1l 4o ke T
BT, AT RE Y R N S (1) S g 1 T 4
BERRIRIT B, AW OR, A R R 2-
M4 -D- %5 & (2-deoxy-glucose, 2DG) i@ L #11 &
R R P P AT VR A I AR A, AR R R
A YE T I HI R g g Y R A AR,
A A Tk Jre kg 411 o) 7)o B 250 SR A IE S 2R (6-diazo-
5-oxo-L-norleucine, DON) i ixf iff 25 2 & B % 47 it i
B S g BRI SR BB R & U A
FEE R IR, BB ) 2 A LR AR
(amino-oxyacetate, AOA) 5 & 2 i i 72 il £ 1] 751 —
F R 9 %2 (difluoromethylornithine, DFMO) i it
A 47 Tl TR T Y 0 A8 36 40 10 o) 7L i e . e LA J v g
AR B B IR R, AT R A T
AT CAE N S 2 A M 4 A B R 35 S0 bR, 1 X AR T AR
RN 0T BE S T MS IR VR TT . BT S &
1) 4% 2 I i 40 e A 38 A% v Ry G e g 4100 ) 77 (
BPTES. CB-839. V-9302°%) 5 FDA it #k ) MS
YBIT 254 (G DMF) DL R HARAR U AH O Bl 0 ) 7] 1)
PeEMH, fE¥RYT MS J7 1R A] e A ) R il R A
FHHTSe. SR, AQHHE %5 S 40 B D Re 2 [R) 1 55
FEERRILAL T REDB B, XSmRS 1 () L )
VEFAFAE S AW A0 2% T 4 A RS U

R BT, NAZ g o R T R 45 A DL S g
AR HEIT IR T, AW G0 MS 4 2%
INESGE BB AW E, TR BT R6E. R
B s 2. SR, IR 259 7E I IR L ik 7S 4
XD, A B e R g, REEAT RER
BN S AN PRAREE DA K BT e s, DARA fR X
LEZIWIAE MS J697 IR 22 A PRI T 25

4 Z5E

FER ZHJVER, 55T MS BIEUR B LK 4
BOPE T 40 B I AR R BE S AT 1 — € I Bk fg . Th17
M RBER T T A egs, RNtEE T
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T MMV HF RIS, S — P MR 7 AT T e
ST A B B PR R B . T MS 5 T 4l
M UM oG, ATLLEd 3 T 400, JUH & Thl7
YRR iR AR, SRIA BT VR IT R . SR,
X Th17 40 73 4b S e 55 900 2 Ta) 1R O B 1 AT
R R Z AR, T miRNA A~ 54051k )
BN R . MS VAT K& 52 25 A i
EAHREZE R, H AT R AL R
AR PPk AT I 7 9% 0 3K 6 SR S % R T 4% i 1
R oA 7], RET AR SRIF RHTH MS J8 9T 55 R
KA,
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